A major point of the recent study by Gerzanich et al 1 is that angiotensin II-induced "alternative splicing of cGKI [cGMPdependent protein kinase I] represents a novel mechanism for reducing sensitivity to NO/cGMP" (page 805).
corresponding to intronic sequences. It is not clear why the authors could detect "mRNA" with probes that are located in introns. It cannot be excluded that the RNA samples used for RT-PCR analysis were contaminated with genomic DNA (a control for DNA contamination was not shown), or that the signals were derived from aberrant splicing of the cGKI primary transcript. Anyway, we want to point out that the "mRNA" signals detected by RT-PCR ( Figure 5 ) have nothing to do with the known mRNA/cDNA sequences of the cGKI␣ and cGKI␤ isoforms. Therefore, an important experiment of the study has to be reinterpreted. In summary, we feel that the study of Gerzanich et al 1 does not demonstrate angiotensin II-induced "alternative splicing of cGKI ␣ and ␤ isoforms" (page 810) as a potential mechanism for nitrate tolerance. Letter to the Editor
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